an adequate carbohydrate intake among the Bushmen for some days before testing (nor did we want to alter their usual dietary habits) we were initially tempted to attribute the findings to a form of "starvation diabetes." However, several features mitigated against this possibility: a retrospective dietary history (M. J. Konner, personal communication, 1971) indicated that the Bushmen, in fact, consumed fairly large amounts of carbohydrate-rich vegetable food during the week before testing; their mean fasting plasma glucose level was raised rather than low; their pattern of insulin secretion was not sluggish and persistent (Tzagournis and Skillman, 1970) ; nor did their mean plasma albumin level suggest severe protein undernutrition.
Was the unusual diet of the Bushmen per se responsible for their impaired glucose tolerance and subnormal insulin release ? Consumption of large amounts of mannoheptulose (occurring most abundantly in the avocado), for example, will block insulin release, with resultant hyperglycaemia (Nutrition Reviews, 1971), but no information is available concerning its content in Bushmen "veldkos."
A pronounced stress reaction at the time of the investigation could have produced a similar metabolic pattern (Jackson et al., 1970) , but as none of the primitive subjects became overtly distressed during the test-a fact supported by their normal fasting growth hormone levels-this, too, seemed an unlikely explanation. Consideration was also given to the hypothesis that the significant impairment of insulin secretion reflected a degree of beta cell failure (or adaptation) induced by a variety of unfavourable environmental (and,or genetic) factors to which the Bushmen have been exposed.
Finally, the apparent similarity between certain of our results and those reported in the Central African pygmies by Merimee et al. (1968 Merimee et al. ( , 1969 and Rimoin et al. (1969) The association between Plasmodium malariae infection and the nephrotic syndrome has now been convincingly demonstrated in several areas of Africa Kibukamusoke, Hutt, and Wilks, 1967) , and the suggestion of Hendrickse and Gilles (1963) that the pathological picture might be the result of damage to the kidney by immune complexes has been shown to be correct as recent immunofluorescent observations (Allison et al., 1969; Ward and Kibukamusoke, 1969; Houba, Allison, Adeniyi, and Houba, 1971) have shown the presence of complexes in the kidneys of affected children. Experimental work in the past has been hampered by the absence of a suitable animal model, and it is only recently that P. malariae has been adapted to a convenient primate, Aotus trivirgatus (Geiman and Siddiqui, 1969) . The present communication describes the development of hephrotic syndrome in an aotus monkey infected with P. malariae.
Materials and Methods
The strain of Plasmodium malariae of human origin was obtained from Dr. R. Ward (Fig. 1) . Some glomeruli showed adhesions between the tuft and the capsule and others were partly sclerosed. The proximal tubules had swollen granular cytoplasm and some contained hyaline droplets. The interstitial tissue contained focal collections of lymphocytes and plasma cells with occasional eosinophils. These areas were associated with tubular and glomerular scarring. The appearances were those of a generalized diffuse glomerulonephritis with proliferative, mesangial, and membraneous changes.
There was also a focal interstitial nephritis which was probably not related to the major lesions. (Ward and Conran, 1969) . However, P. cynomolgi infections are more analogous to vivax malaria in man, and the latter has not been found to be associated with nephrosis. In the only other studies of this type rodent malarias have been used in N.Z.B. mice, which develop late renal disease spontaneously. Such mice when infected with P. berghei developed transient proteinuria a month after infection but the onset of their late renal disease was delayed (Greenwood and Voller, 1970) . Deposits of immunoglobulin and of complement were heavier in the malaria-infected mice than in the control mice, and the time course suggested a malarial aetiology rather than a later onset of the usual N.Z.B. renal disease.
Though a non-malarial aetiology cannot be excluded, the nephrosis observed in the splenectomized aotus monkey infected with P. malariae resembles the nephrotic syndrome of human quartan malaria. The results of the streptolysin-O assays seem to rule out the possibility that intercurrent streptococcal infections played any part as a cause of the nephrosis. This case report shows that thrombus propagation may occur at a rapid rate, for within one hour a thrombus spread from the lower third of the femoral vein to above the inguinal ligament, putting the patient in imminent danger of a massive, possibly fatal, pulmonary embolism.
Case History
The patient, a woman aged 69, was undergoing routine investigations for a cerebral artery aneurysm and had had a carotid arteriogram taken under general anaesthesia. Five days after this
